This is a review of the relevant empirical literature concerning the DSM-IV-TR diagnostic criteria for PTSD. Most of this work has focused on Criteria A1 and A2, the two components of the A (Stressor) Criterion. With regard to A1, the review considers: (a) whether A1 is etiologically or temporally related to the PTSD symptoms; (b) whether it is possible to distinguish ''traumatic'' from ''non-traumatic'' stressors; and (c) whether A1 should be eliminated from DSM-5. Empirical literature regarding the utility of the A2 criterion indicates that there is little support for keeping the A2 criterion in DSM-5. The B (reexperiencing), C (avoidance/numbing) and D (hyperarousal) criteria are also reviewed. Confirmatory factor analyses suggest that the latent structure of PTSD appears to consist of four distinct symptom clusters rather than the threecluster structure found in DSM-IV. It has also been shown that in addition to the fear-based symptoms emphasized in DSM-IV, traumatic exposure is also followed by dysphoric, anhedonic symptoms, aggressive/externalizing symptoms, guilt/shame symptoms, dissociative symptoms, and negative appraisals about oneself and the world. A new set of diagnostic criteria is proposed for DSM-5 that: (a) attempts to sharpen the A1 criterion; (b) eliminates the A2 criterion; (c) proposes four rather than three symptom clusters; and (d) 
feelings and behavior. Clinical descriptions began to appear in the mid-nineteenth century as psychiatrists and other physicians on both sides of the Atlantic described syndromes among combat veterans (e.g. soldiers heart, Da Costa's syndrome, traumatic neurosis, shell shock, combat fatigue, neurocirculatory asthenia, etc.) and civilians (e.g. railway spine) that embody many, if not all, current PTSD symptoms. [1] Different explanatory models proposing mechanisms through which traumatic stress might lead to (what is now called) PTSD were provided by psychoanalytic theory, Pavlovian fear conditioning models, Mowrer's two-factor theory, Selye's theories of stress and adaptation, and cognitive theories and neurobiology. [1] [2] [3] In DSM-I, [4] ''gross stress reaction'' was an ill-defined diagnosis for classifying individuals who had been psychologically altered by exposure to military or civilian experiences. It was a useful diagnosis for initially classifying military veterans, ex-prisoners of war, rape victims, and Nazi Holocaust survivors. From a DSM-III perspective, however, the major problem was that gross stress reaction was considered a ''temporary diagnosis,'' which would be changed to a ''neurotic reaction'' if the condition persisted.
DSM-II [5] eliminated this diagnosis, leaving practitioners with no diagnostic option by which to classify clinically significant and persistent reactions to catastrophic experiences. ''Situational Reaction'' was the only diagnostic alternative. Because it included the full spectrum of adverse events from traumatic events to unpleasant experiences, it was seen as trivializing the impact of traumatic exposure. Furthermore, as with the DSM-I gross stress reaction, it was also considered a temporary and reversible clinical condition. By the mid-to-late 1970s, many mental health clinicians recognized the need for a new diagnosis for patients suffering from severe, chronic and sometimes irreversible syndromes following exposure to catastrophic events. Although not included in DSM-II, a number of syndromes had been described in the professional literature by that time, all named after the traumatic event itself such as: rape trauma syndrome, postVietnam syndrome, prisoner-of-war syndrome, concentration camp syndrome, war sailor syndrome, child abuse syndrome, battered women's syndrome, etc. The exciting new formulation that emerged during the DSM-III process [6] was that all of these discrete syndromes could be adequately characterized by the specific symptoms proposed in the PTSD diagnostic criteria.
There have been some alterations of the original DSM-III PTSD criteria. The number of possible symptoms has increased from 12 to 17. The original three symptom clusters (e.g. reexperiencing, numbing, and miscellaneous) have been shuffled slightly to the present triad (e.g. reexperiencing, avoidance/numbing, and hyperarousal-see Table 1 ). But the fundamental construct, built into the diagnostic criteria, that exposure to overwhelming stress may precede the Depression and Anxiety E. Duration of the disturbance is at least 1 month Acute--when the duration of symptoms is less than 3 months Chronic--when symptoms last 3 months or longer With Delayed Onset-at least 6 months have elapsed between the traumatic event and onset of symptoms F. Requires significant distress or functional impairment onset of clinically significant and persistent alterations in cognitions, feelings, and behavior has endured. Epidemiological studies have confirmed the DSM-III perspective and shown that exposure to extreme stress sometimes precedes severe and long-lasting psychopathology. [7] [8] [9] [10] [11] It has also become apparent that although specific PTSD symptoms (e.g. nightmares, avoidance behavior, hypervigilance, etc.) often are seen in the temporary distress exhibited by acutely traumatized individuals who recover normal function within days or weeks, [12] it is the persistence of such symptoms that characterizes what is pathological about PTSD. [13] In short, it appears that PTSD reflects a failure of adaptation, whereby normal acute reactions to extreme stress do not correct themselves over time. [14, 15] 
METHOD OF LITERATURE REVIEW
We now review the DSM-IV-TR PTSD criteria (see Table 1 ) and propose how they might be improved in DSM-5. A search was conducted of the National Center for PTSD Published International Literature on Traumatic Stress database covering 1994-2010. Titles and abstracts were searched using the key words: PTSD; Criteria A, B, C, D, E, F; Partial/Subsyndromal PTSD, DESNOS, CrossCultural Factors, Developmental Issues, Confirmatory Factor Analysis, and Dissociation. Relevant articles were supplemented by key reviews and analyses that preceded 1994.
RESULTS THE A1 (STRESSOR) CRITERION
A distinctive feature of the diagnostic criteria for PTSD is the importance of traumatic exposure as stipulated in the A (stressor) Criterion. An excellent comprehensive review of this hotly debated matter can be found elsewhere. [16] Indeed, in DSM-III, Criterion A was defined as ''a recognizable stressor that would evoke significant symptoms of distress in almost anyone.'' Drawing on general beliefs in the 1970s, it was thought that such experiences (e.g. rape, war, the Nazi Holocaust) were ''generally outside the range of usual human experiences.'' The DSM-III-R [17] revision of DSM-III retained this language but stated in the clarifying text that traumatic exposure ''is usually experienced with intense fear, horror, and helplessness.'' DSM-III-R also widened traumatic exposure to include ''learning about serious threat or harm to a friend or relative.'' By the time DSM-IV [18] was published, there was sufficient epidemiological research indicating that traumatic exposure was, unfortunately, not unusual but a relatively common occurrence among men, women, and children.
The DSM-IV Criterion A was divided into objective (A1) and subjective (A2) components. The A1 Criterion resembled the DSM-III-R Criterion A, except that a greater number of events were included as potential stressor events. These included: being diagnosed with a life threatening illness, child sexual abuse (without threatened or actual violence), learning about the sudden unexpected death of a family member or close friend, and learning that one's child has a life threatening illness. In DSM-IV, however, in addition to exposure to an A1 event, it was necessary that exposed individuals experience an intense emotional reaction (Criterion A2) characterized as ''fear, helplessness, or horror.'' Although this had been foreshadowed in the DSM-III-R text description, the subjective response was now made an explicit (A2) Criterion. It is also worth noting that the timing of A2 was unclear and later subjected to different interpretations, with some saying it may happen after the event rather than being strictly peri-traumatic.
There were also distinctions between PTSD and adjustment disorder that are worth noting. First, it was stated in DSM-III that adjustment disorder results from a less severe (non-traumatic) stressor and does not include the PTSD reexperiencing (B), avoidance/numbing (C) and hyperarousal (D) symptoms. In contrast, DSM-IV states that individuals who develop B, C, and D symptoms following a low-magnitude (non-A1) stressor should be diagnosed as having an adjustment disorder. This situation is incongruous because it allows for cases where the same symptoms can lead to two different diagnoses. Another distinction in DSM-III was that adjustment disorder was originally considered a timelimited disorder that resolves when the environmental precipitant has disappeared, whereas a chronic PTSD may persist for decades or a lifetime. DSM-IV, however, added a new category, ''chronic adjustment disorder'' that applies when the stressor persists for more than 6 months or when a stressor has ''enduring consequences.'' In other words, the duration of a poststressor reaction can no longer distinguish PTSD from an adjustment disorder.
As we consider the DSM-IV A1 Criterion, there are several questions that must be addressed: (1) Should exposure to a potentially traumatic event be considered etiologically or temporally significant with regard to the later diagnosis of PTSD? (2) Can we really distinguish ''traumatic'' from ''non-traumatic'' stressors? and (3) Should the A1 Criterion be eliminated from DSM-5?
Etiological or temporal significance? The DSM-III and DSM-IV are unclear about the etiological significance of the traumatic event to the development of PTSD. In DSM-III, Criterion A refers to a ''recognizable stressor that would evoke significant symptoms of distress in almost everyone'' (p 238); in short, when B-D symptoms develop following A1 exposure, it presumes that the stressor has ''caused'' PTSD. DSM-IV-TR (p 463) also suggests that traumatic exposure is etiologically significant by referring to ''characteristic symptoms resulting from exposure to trauma.'' On the other hand, in the narrative section on PTSD (p 236) DSM-III states that ''the essential feature of PTSD is the development of characteristic symptoms following a psychologically traumatic event''; in short, the stressor is an experience that temporally precedes the onset of PTSD. This statement is repeated in DSM-IV where it opens the discussion of PTSD (p 463).
Since 1980, we have learned that people differ with regard to risk of persistent PTSD symptoms following traumatic exposure and that most exposed individuals recover from traumas. As research on risk factors has been augmented by more recent findings regarding gene ! environment interactions, it has become clear that genetically based differences in resilience probably play a role in moderating the psychological impact of traumatic stress. [19] Other risk factors, such as peritraumatic dissociation, peri-traumatic negative emotions, or social support, also play a significant role in recovery. [20] [21] Considering individual differences regarding the likelihood of persistent PTSD symptoms following exposure to very stressful events, we must also recognize that events differ with regard to the conditional probability that PTSD will follow exposure. The conditional probability that PTSD will follow rape, for example, is much higher than that for exposure to natural disasters. In other words, there
Depression and Anxiety is a complex interaction between individual susceptibility and the toxicity of a given stressful event. Therefore, while we acknowledge that no event, in and of itself, can cause PTSD, we must also recognize that some events are much more likely to do so than others.
Dohrenwend [22] has developed a methodology for assessing the potential toxicity of different events. Reframing the stressor as a temporal antecedent with a different conditional probability of preceding the development of PTSD tempers the attribution of causality and makes it possible to retain a stress-diathesis (or vector-host) model of PTSD and to incorporate our growing understanding of how clinical outcomes are influenced by risk/protective factors and gene ! environment interactions. In short, exposure to an A1 event is a necessary but not sufficient condition for the subsequent development of PTSD.
Can we distinguish ''traumatic'' from ''nontraumatic'' events?
As we consider temporal, vulnerability, and toxicity factors associated with exposure to A1 events, we must be careful to strike a proper balance so that the basic PTSD construct can remain a useful diagnosis. McNally [23] has warned, ''shifting the causal emphasis away from the stressor undermines the very rationale for having a diagnosis of PTSD in the first place'' (p 598). Thus the question is, can we draw a line between ''traumatic'' stressors that characterize the A1 Criterion and ''non-traumatic'' stressors that might precede an adjustment reaction but, by definition, cannot precede PTSD?
As noted by Kilpatrick et al. [24] when summarizing findings from the DSM-IV Field Trials, the argument over how to operationalize the A Criterion boiled down to a debate over how broad versus how narrow Criterion A should be. Proponents of the broad definition argued that Criterion A should include any event that can produce the PTSD symptoms. Advocates for a more restrictive definition feared that broadening the criterion would trivialize the PTSD diagnosis and defeat the purpose of the original DSM-III PTSD construct by permitting people exposed to less stressful events to meet the A Criterion. The DSM-IV Field Trials appeared to allay this concern because few people developed PTSD unless they experienced extremely stressful life events. Kilpatrick et al. [25] have recently replicated the Field Trial findings in two independent cohorts, the Florida Hurricane Study (FHS) and the National Survey of Adolescents (NSA). They found that among the FHS study participants, 96.6% of those meeting PTSD B-F Criteria had previously been exposed to an A1 event. In the NSA study, 95.5% of those meeting B-F Criteria had been exposed to an A1 traumatic stressor. In other words, they found that very few people meet full PTSD diagnostic criteria without prior exposure to a recog-nizable traumatic event, as stipulated in DSM-IV.
On the other hand, concern has been expressed about the greater number of qualifying A1 events in DSM-IV in comparison to DSM-III. It has been argued that expansion of qualifying A1 events has diluted the basic PTSD construct and permitted people to receive the PTSD diagnosis for less threatening events that should really be associated with an adjustment disorder or anxiety disorder NOS. [25] This expansion has been called ''bracket creep'' [23] or ''criterion creep'' [26] and is presumed to have a particularly adverse impact in forensic settings or disability evaluations where it has been blamed for frivolous tort or compensation claims.
Breslau and Kessler [27] tested the implications of the broad DSM-IV A1 Criterion that stipulated the events that are not included in DSM-III. Among a representative sample of 2,181 individuals, lifetime exposure to traumatic events was 68.1% when estimated by a narrow set of qualifying A1 events that included seven events of ''assaultive violence'' (e.g. combat, rape, assault, etc.) and seven ''other injury events'' (e.g. serious accident, natural disaster, witnessing death/ serious injury, etc.). When the A1 Criterion was expanded to include five events from the expanded DSM-IV A1 definition, such as ''learning about'' traumatic events to close relatives (e.g. rape, assault, accident, etc.), lifetime prevalence of exposure to traumatic events increased to 89.6%. Thus, there was a 59.2% increase in lifetime exposure to a traumatic event due to the expanded A1 Criterion. More importantly, A1 events included within the expanded A1 Criterion contributed 38% of the total PTSD cases. Weathers and Keane [16] have suggested that the wide discrepancy between the Kilpatrick et al. [24] and Breslau and Kessler [27] studies may have more to do with methodology than with the A1 Criterion, itself. Because the two studies used different methodological approaches, they cannot be directly compared.
Kilpatrick et al. [25] have disputed the ''bracket/ criterion creep'' arguments. They point both to the DSM-IV Field Trial as well as the aforementioned FHS and NSA data, all of which indicate that very few individuals meet B-F PTSD criteria without prior exposure to an A1 event. Brewin et al. [14] make a similar argument. Non-A1 events most likely to precede the onset of PTSD B-F symptoms in both the DSM-IV Field Trial [24] and the Breslau and Kessler [27] study were sudden death, serious illness, or diagnosis of a child with a potentially terminal illness. [25] This was also observed in the NSA where 80% of adolescents meeting B-F criteria in the absence of A1 reported a past year death or serious illness. [25] So should these non-A1 events be designated A1events? If so, will that dilute the PTSD construct?
Should the A1 criterion be eliminated? It has been proposed that it does not matter whether a broad or narrow definition is set for A1 because what really matters is whether people meet Criteria B, C, D, E, and F for PTSD and that PTSD caseness and prevalence would change very little if the A1 Criterion were completely eliminated. For example, Kilpatrick et al., [25] found that of 1,543 adults exposed to one of Depression and Anxiety four Florida hurricanes, the PTSD prevalence was 11.6% (179 of 1,543) with no A1 (or A2) requirement and 11.2% (173 of 1,543) with the requirement for A1 (but not A2).
The DSM-IV PTSD Work Group also considered complete elimination of Criterion A. Although it acknowledged the possibility that someone might meet B, C, and D Criteria without meeting the A Criterion, this option was rejected because of concerns that ''the loosening of Criterion A may lead to widespread and frivolous use of the concept'' ( [28] ; p 347). Several authors have suggested that the full PTSD syndrome may be expressed following non-traumatic events and have thereby fortified the ''bracket/criterion creep'' arguments. [23, 29] Brewin et al. [13] dismiss most of these reports as methodologically flawed because proper clinical interviews were not utilized and because the data showed an increase in the PTSD symptoms, but not the full diagnosis. They s conclude that when assessed by a structured clinical interview, there are actually very few examples of individuals who do not meet the A Criterion who meet full PTSD diagnostic criteria. A related question is whether the non-A1 event actually served as a reminder or trigger for a previously traumatic event. Most of the epidemiology studies have not controlled for prior trauma and prior PTSD.
Brewin et al. [14] have also proposed eliminating the A1 Criterion completely. First, they point out that there is not a unique relationship between the stressor criterion and PTSD because depression, other anxiety disorders, and substance use disorder may also follow exposure to an A1 event. Second, they cite evidence that non-A1 events may in some cases plausibly precede expression of B-F symptoms (e.g. repeated exposure to less intense but continuous threat). Finally, they discuss problems with the A2 Criterion (see below). Instead, they propose that Criterion A be abolished and that the PTSD diagnosis focus on a smaller cluster of symptoms (see B-D symptoms below). In this way, they argue that PTSD will be more comparable to affective and other anxiety disorders that focus exclusively on symptoms. According to Brewin et al., abolition of Criterion A will eliminate the need to draw a line between ''traumatic'' and ''non-traumatic'' stressors, will eliminate disagreements about the etiological versus temporal importance of Criterion A1, and will easily incorporate all that has been learned about gene ! environment interactions and individual differences regarding resilience.
Kilpatrick et al. [25] disagree. They argue that shifting the focus from Criterion A to Criterion B (e.g. traumatic nightmares or flashbacks) or Criterion C (e.g. avoidance symptoms) still requires a judgment as to whether the focus of such symptoms is actually ''traumatic.'' In an unpublished survey of PTSD experts undertaken by APA as part of the DSM-5 process, there was a very strong support for retaining Criterion A1 but most experts proposed that it needed to be modified to address the issues discussed in this review.
Suggested modifications included: emphasizing the temporal, rather than presumed etiological relationship between A1 exposure and B-F symptoms and narrowing the criterion regarding second hand-exposure (e.g. the ''learned about'' criterion).
The major reason proposed for retaining Criterion A1 is that in the vast majority of cases PTSD does not develop unless an individual is exposed to an event or series of events that are intensely stressful. Such individuals are keenly aware of a significant discontinuity in their lives because of subsequent preoccupation with memories, feelings, and behaviors that are associated with that event. McNally [23] has argued that the memory of the trauma is the ''heart of the diagnosis'' and the organizing core around which the B-F symptoms can be understood as a coherent syndrome. ''One cannot have intrusive memories in the abstract. An intrusive memory must be a memory of omething and that something is ''the traumatic event'' (p 599). Weathers and Keane [16] emphasize that a qualifying A1 event must be one that entails ''personal involvement with, if not direct exposure to catastrophic life events (p 115).''
After reviewing all of this evidence, the DSM-5 Work Group was persuaded that it was necessary to preserve Criterion A1 as an indispensible feature of PTSD. Intrusion and avoidance symptoms are incomprehensible without prior exposure to a traumatic event. The traumatic experience is usually a watershed event that marks a major discontinuity in the life trajectories of individuals affected with PTSD, unless the onset of the disorder is delayed. The language of A1 has been revised to emphasize that qualifying events must involve direct exposure to actual or threatened death, serious injury or a threat to the physical integrity of others.
A related question was whether A1 should be limited to direct exposure so that the ''learning about'' component of the A1 Criterion could be eliminated. Fortunately, there are data on indirect traumatic exposure to inform this decision. Specifically, a number of studies have assessed PTSD among family members whose spouse or child was murdered, assaulted sexually, killed in combat, killed in the 9/11 attack on the World Trade Center, or whose child died violently. Regarding indirect exposure to a traumatic event, the PTSD prevalence among 591 individuals who lost a family member due to homicide was 71.1%; it was 59.4% for physical assault and 55.2% for sexual assault of a family member. [30] Forty-one percent of family survivors of homicide victims met PTSD criteria approximately 2.5 years after the trauma. [31] Among 252 New Yorkers seeking primary care who had lost a close friend or family member in the 9/11 attacks, 17.1% met criteria for PTSD, compared to 7.7% of 677 primary care patients who had not experienced such losses. [32] This same group of investigators also reported a PTSD prevalence of 21.5% among 843 adults who had lost a loved one during the 9/11
Depression and Anxiety attacks. [33] Two years after losing a child to a violent death, 21% of mothers and 14% of fathers continued to meet PTSD criteria. [34] Among 37 mothers whose child survived the 1988 sinking of the cruise ship, ''Jupiter,'' 20 (54.1%) met criteria for PTSD. [35] Another aspect of indirect exposure concerns professionals who, though never in danger themselves, are exposed to the grotesque details of rape, genocide, or other abusive violence to others. Among military mortuary workers dealing with human remains after the USS Iowa gun turret explosion in 1989, PTSD prevalence was 11%. [36] McCarroll et al. have documented elevations in PTSD prevalence among Gulf War military mortuary workers. [37] Exposure to human remains by troops assigned to graves registration duties during the Gulf War was associated with 48 and 65% current and lifetime PTSD prevalence, respectively. [38] Among Chinese rescue workers providing services after the 1999 Chi-Chi earthquake on Taiwan, PTSD prevalence was 21.4%. [39] Dentists engaged in postmortem dental identification following the 1993 fire at the Branch Davidian compound exhibited marked elevations in Impact of Event Scale scores compared to matched dentists who did not engage in that activity. [40] Finally, two studies indicate that viewing television images of the 9/11 terrorist attacks [41] or witnessing video footage of traumatic events in a newsroom [42] are unlikely to lead to the PTSD symptoms.
An extensive review of this literature can be found elsewhere [43] regarding elevated PTSD prevalence among civilian and military personnel exposed to traumatic death following combat, terrorism, and disasters. To summarize, ''learning about'' the death or traumatic exposure of a loved one has been shown to precede the onset of PTSD B-F Criteria symptoms in a significant number of family members and significant others, especially in the case of severe trauma such as homicide and violent death. Repeated exposure to human remains and other grotesque consequences of traumatic events among professionals who must endure such exposure in the course of their assigned duties may also lead to the onset of PTSD B-F symptoms. In contrast, exposure to such events through television or other electronic media is unlikely to provoke such symptoms.
As a result of this literature review, it was decided to retain the ''learning about'' component of Criterion A. The proposed DSM-5 revision limits such indirect exposure to learning about the traumatic exposure of a close friend or loved one or learning about aversive details of unnatural deaths, serious injury or serious assault to others. This includes learning about the homicide of a family member, learning about the gruesome death or grotesque details of rape, genocide, or other abusive violence to significant others. Learning about another person's traumatic experience also applies to work-related exposure to gruesome and horrific evidence of traumatic events as with police personnel, firefighters, graves registration workers, and emergency medical technicians. Finally, the revised A Criterion explicitly excludes witnessing traumatic events through electronic media, television, video games, movies, or pictures, unless this forms part of a person's vocational role. Here is the A1 Criterion that has been proposed for DSM-5:
(A) The person was exposed to the following event(s): death or threatened death, actual or threatened serious injury, or actual or threatened sexual violation, in one or more of the following ways:
(1) Experiencing the event(s) him/herself. (2) Witnessing the event(s) as they occurred to others. (3) Learning that the event(s) occurred to a close relative or close friend. (4) Experiencing repeated or extreme exposure to aversive details of the event(s) (e.g. first responders collecting body parts; police officers repeatedly exposed to details of child abuse).
Note: Witnessing or exposure to aversive details does not include events that are witnessed only in electronic media, television, movies or pictures, unless this is part of a person's vocational role. Exposure to aversive details of death applies only to unnatural death.
THE A2 CRITERION
As noted above, the DSM-IV Work Group stipulated that exposure to an A1 event, per se, was not a sufficient condition for meeting the Stressor Criterion. Instead, individuals thus exposed must also experience an intense subjective reaction characterized as ''fear, helplessness, or horror.'' It was expected that the imposition of the A2 Criterion would insure that people would not be eligible for the PTSD diagnosis unless they had reacted strongly to a threatening event. It was also expected that imposition of the A2 Criterion would minimize any ''frivolous'' PTSD diagnoses due to broadening the A1 Criterion. Finally, based on data from the DSM-IV Field Trials, [23] it was expected that few people exposed to low magnitude (non-traumatic) events would meet the A2 Criterion and therefore, would not be eligible for the PTSD diagnosis.
The utility of the A2 Criterion has been questioned. Brewin et al. [44] found that intense levels of immediate post-exposure fear, helplessness, and horror were weakly predictive of PTSD 6 months later. They also found evidence that other posttraumatic emotional reactions (such as anger or shame) also predicted PTSD. There were, however, a small number of people who denied post-exposure A2 emotions who also met PTSD criteria at 6 months. Rizvi et al. [45] in a prospective study of recent female rape or assault victims, reported similar findings. O'Donnell et al. [46] reported that within a sample of A1 exposed individuals who went on to meet PTSD B-F criteria, a substantial minority, (23%), failed to receive a PTSD diagnosis because of the absence of A2. Furthermore, there were Depression and Anxiety no differences with regard to B-F symptom severity or impairment between the A2-positive and A2-negative cohorts. Creamer et al. [47] examined a community sample of 6,104 adults with a history of trauma exposure and also found that a substantial minority of those who would otherwise have PTSD (24% males and 19% females) failed to meet the Criterion A2.
Three negative studies found no effect of A2 on PTSD prevalence: Breslau and Kessler [27] in a community sample from Michigan; Schnurr et al. [48] in a sample of older male military veterans; and Karam et al. [49] in the World Health Organization's World Mental Health Survey, which included almost 103,000 respondents.
An additional issue that needs to be recognized is that many people can develop PTSD B-F symptoms without having any emotional response to the event at the time. Trained military personnel may not experience fear, helplessness, or horror during or immediately following a trauma because of their training. They may only experience emotions after being removed from the war zone, which could be many months later. Many studies have shown that people can develop PTSD following mild traumatic brain injury (TBI), in which cases the person may be unaware of any peritraumatic emotional response because of the loss of consciousness. [50] There is even evidence of PTSD following severe TBI, in which individuals were fully unaware of their responses for weeks or months after the event. [51] These cases highlight the need to recognize that some people can develop PTSD in the absence of an A2 response. It also raises the question about the timeframe in which A2 is assessed. Most PTSD cases are evaluated months or years after a traumatic event, and the A2 requires a retrospective recall of how the person responded during or shortly after the event. There is evidence that recall of acute responses to trauma is unreliable and is influenced by mood biases associated with PTSD levels at the time of recall. [52] This raises questions about the accuracy of retrospective A2 reports.
Based on such findings, a number of investigators have called for the elimination of the A2 Criterion because it does not enhance the identification of people who will develop PTSD and it has failed to counter the expansion of qualifying A1 events, discussed previously. [46] Finally, McNally [23] has argued that we should eliminate A2 because ''in the language of behaviorism it confounds the response with the stimulus. In the language of medicine, it confounds the host with the pathogen'' (p 598).
On the other hand, a consistent finding from five studies [24, 27, 44, 48, 49] concerns the negative predictive value of A2. In other words, it is more useful for detecting people who will not develop PTSD than those who will. Schnurr et al. [48] suggest that A2 can help to screen out individuals unlikely to develop PTSD. Although this may be extremely useful for some forms of screening, it does not appear to have a major bearing on improving diagnostic accuracy. Based on these findings, it has been proposed that the A2 Criterion be eliminated in DSM-5.
THE B, C, AND D CRITERIA FACTOR STRUCTURE OF PTSD
The DSM-IV PTSD construct consists of three symptom clusters: B-reexperiencing, C-avoidance/ numbing, and D-hyperarousal (see Table 1 ). Questions have been raised about how well this construct has held together in practice. In other words, what is the latent structure of PTSD? Are there three distinct symptom clusters? And are these three clusters subsumed by an over-arching construct, the PTSD diagnosis?
Many studies have utilized confirmatory factor analysis to test whether the three symptom clusters of DSM-IV provide the best model for the latent structure of PTSD. Different investigators have found two-, three-or four-factor models as the best fit for the data. As we review these findings, it is important to note that different PTSD assessment instruments were used by different investigators and that these instruments were administered to individuals whose PTSD developed from different types of traumatic experiences. It is also important to note that, contrary to good psychometric testing principles, almost all studies of the structure of PTSD have administered the PTSD items in the same order of the DSM criteria, such that covariation among symptoms could be affected by their position.
Only one study has supported the DSM-IV threefactor model, [53] with three other studies supporting different three-factor models: reexperiencing/active avoidance, numbing/passive avoidance and arousal; [54, 55] as well as reexperiencing/avoidance, emotional numbing/ hyperarousal, and hypervigilance/exaggerated startle. [56] Five studies support a two-factor solution although the specific factors have differed between studies. In four studies, the factors were characterized as reexperiencing/avoidance and numbing/hyperarousal. [57] [58] [59] [60] The fifth study found that a two-factor model in which intrusion/hyperarousal and an avoidance factor offered the best solution. [61] It was noted in two of these studies that four-factor models also fit the data quite well and, perhaps, provided richer detail about symptoms. [59, 61] Most studies have supported a four-factor model. Reexperiencing, avoidance, and arousal have emerged as distinct clusters in all of these studies. There has been some disagreement, however, about the fourth factor. In the majority of four-factor models, ''numbing'' emerged as a distinct cluster. [62] [63] [64] [65] [66] [67] [68] [69] [70] In a few fourfactor models, however, ''dysphoria'' (a combination of some numbing and hyperarousal symptoms also associated with depression) rather than ''numbing'' emerged as the fourth factor. [71] [72] [73] A recent meta-analysis [74] suggests that both are a good fit to the data but that the Depression and Anxiety four-factor solution with ''dysphoria'' enjoys a slight advantage over the four-factor solution with ''numbing.'' This general dysphoria factor might be considered to be related to the range of negative emotions frequently observed among individuals with PTSD. [75] Brewin et al. [14] have suggested that because of the overlap between the PTSD symptoms associated with this dysphoria factor and similar symptoms observed in depression and other anxiety disorders, they should be eliminated from the PTSD diagnostic criteria (see below). Finally, Andrews et al. [70] reported that the model of best fit among a cohort of emergency personnel was a four-factor solution alongside a general PTSD factor.
Taken together, most confirmatory factor analyses support a four, rather than a three-factor DSM-IV model. Several studies indicate that serious consideration should be given to including a separate fourth, ''numbing'' symptom cluster in DSM-5. Furthermore, avoidance and numbing are consistently distinct from one another in both the four-and two-factor solutions. Other studies agree that emotional numbing is different than effortful avoidance but is better placed as one extreme along a range of negative emotions. Based on these findings, a four-factor model for PTSD has been proposed for DSM-5.
CAN THE B-D SYMPTOM CLUSTERS BE IMPROVED? 1
The empirical literature strongly suggests that, as noted earlier in this review, traumatic exposure may be followed by a variety of clinical presentations, including fear-based anxiety symptoms, dysphoric/anhedonic symptoms, aggressive/externalizing symptoms, guilt/ shame symptoms, dissociative symptoms, and negative appraisals about oneself and the world. We have cited such information elsewhere, [29, 75, 76] to argue that PTSD should be moved out of the Anxiety Disorders and classified within a separate category of event or trauma-related disorders. Here, we invoke such findings to suggest revisions to the DSM-IV PTSD diagnostic criteria (see Table 1 ), which, in our opinion, provide a better characterization of the spectrum of posttraumatic symptomatology encountered by clinicians on a regular basis.
CRITERION B
Brewin et al. [13] propose that the two reexperiencing symptoms most characteristic of PTSD are flashbacks (B3) and traumatic nightmares (B2). Symptom (intrusive recollections), they argue, is too similar to rumination seen in depression and other psychiatric disorders [13] and therefore, is too nonspecific to be retained in PTSD. Item B1 in the DSM-IV is particularly problematic because it is worded ''recurrent and intrusive distressing recollections of the event, including images, thoughts, or perceptions.'' In the DSM III, B1 required that the traumatic event is persistently reexperienced by ''recurrrent and intrusive distressing recollections of the event.'' Not only does this wording include both stimuli and responses but also confuses imagery with thoughts. There is a growing body of evidence that intrusive imagery is quite different from thought processes such as rumination. [75] Intrusive images in PTSD are sensory memories of short duration, have a here-and-now quality and lack context, while ruminative thoughts are evaluative and longer lasting. [14, [77] [78] [79] [80] Furthermore, rumination appears to have a different function than intrusive symptoms. Ehring et al. [81] [82] [83] have conducted studies to examine rumination in PTSD. They found that rumination occurs both in response to intrusive imagery, but can also trigger intrusions. For the most part, rumination appears to function as a cognitive avoidance strategy. These findings should be explored further and may confirm that the reexperiencing symptoms should be limited to nightmares, flashbacks, and intrusive sensory experiences, (which could include auditory as well as visual, olfactory, tactile, etc. memories), but not abstract thoughts and appraisals about the traumatic event. Therefore, we believe that thoughts/ruminations should be eliminated from the B1 Criterion. Our proposal is to restrict this criterion to involuntary and intrusive distressing memories that usually include sensory, emotional, physiological, or behavioral (but not autobiographical memory) components. The emphasis is on spontaneous or triggered recurrent, involuntary, and intrusive distressing memories of the event that usually include sensory emotional, physiological, or behavioral components.
Criterion B2 (traumatic nightmares) is essentially unchanged, but has been loosened somewhat to include trauma-related material rather than requiring the dream to reproduce the traumatic event. The proposed Criterion B3 clarifies that the PTSD flashback is a dissociative reaction in which the individual experiences a sense of reliving the experience with sensory, emotional, physiological, or behavioral reactions and feels or acts as if the traumatic event were recurring.
Criteria B4 and B5 (emotional and physiological arousal) following exposure to traumatic reminders are, in the opinion of Brewin et al. [14] too similar to symptoms found in specific and social phobic disorders and should also be eliminated because of overlap with these disorders. Emotional and physiological arousal are not actually intrusive symptoms, but are reactions to re-experienced imagery, so at most, they are indirect indicators that the traumatic memory is being re-experienced.
Depression and Anxiety
A counter argument to this proposal is that B4/B5 elicitation of emotional and physiological reactivity to trauma-related stimuli is a key characteristic of PTSD. It is consistent with major fear conditioning models of the disorder. It is the rationale for critical laboratory paradigms in which distinctive alterations in psychological and neurobiological reactivity among PTSD participants can only be detected after exposure to trauma-related stimuli. [84] And it is a principle that has been incorporated into our most effective exposure therapies where emotions and cognitions elicited by traumatic reminders are processed therapeutically.
In the proposed criteria for DSM-5, B4 and B5 are both retained and defined as triggered intrusive emotional and physiological experiences, respectively. B4 is an intense emotional distress that may be the only kind of recollection possible in individuals who sustained a TBI and have no conscious memories of the traumatic event. There is evidence that trauma survivors with severe TBI and with no memory of the event can still meet PTSD criteria because they satisfy B4 or B5 in response to traumatic reminders. [51] In other words, these symptoms are conditioned responses in fear conditioning models. Here are the proposed Criterion B symptoms for DSM-5:
(B) Intrusion symptoms that are associated with the traumatic event(s) (that began after the traumatic event(s)), as evidenced by one or more of the following: 
DSM-IV CRITERION C WILL BECOME DSM-5 CRITERIA C AND D
In keeping with previously reviewed confirmatory factor analyses, a four-factor model has been proposed. DSM-IV Criterion C will be divided into DSM-5 Criteria C and D.
Criterion C. Avoidance behavior (one symptom needed). As suggested by the literature, this cluster consists only of the two behavioral avoidance symptoms, which are completely unchanged from DSM-IV C1 and C2, as shown in Table 1 .
Criterion D. Negative alterations in cognitions and mood. Brewin et al. [14] propose that DSM-IV symptoms C3-7 should be eliminated because of overlap with depression and general dysphoric symptoms seen in other psychiatric disorders [71] and with the anhedonic component of depression. [85] There is evidence that removing items theorized to overlap with mood and other anxiety disorders has little effect on the prevalence, associated comorbidity, and functional impairment, or structural validity of PTSD. [86] A counterargument is that the numbing/dysphoric component of the C Criterion is central to the PTSD syndrome because it encompasses a persistent negative mood state and negative cognitions associated with the traumatic event. Indeed, there are a number of negative appraisals and mood states associated with PTSD that constitute a separate cluster of symptoms distinct from reexperiencing, avoidance and arousal/reactivity symptoms. They have been included in the proposed DSM-5 diagnostic criteria. Some current DSM-IV numbing (C3-7) symptoms have been retained, sometimes with clarifications or revisions in wording. In addition, two new symptoms have been proposed for this cluster.
Although catastrophic or maladaptive appraisals are very common across anxiety and mood disorders, it is important to include these in PTSD because there is overwhelming evidence that they are characteristic of traumatic stress responses that are associated with disorder or impairment. [75] People with PTSD have erroneous cognitions about the causes or consequences of the traumatic event that leads them to blame themselves or others. This has been observed among survivors of childhood sexual abuse, rape/assault survivors, and military personnel. Addressing such self-blame or erroneous ''other-blame'' is a consistent component of cognitive behavioral therapy (CBT) with PTSD patients. [87] [88] [89] A related erroneous appraisal is the common belief that one is inadequate, weak, or permanently changed for the worse since exposure to the traumatic event or that appraisals about the world and other people should be extremely altered because of the event (e.g. ''nobody can be trusted, the world is entirely dangerous, people will always try to control me.''). Tis response has been reported in a range of populations, including emergency responders [90] and adolescents, [91] as well as victims of interpersonal violence. [89, 92] Such extreme negative appraisals about the self, others, or the world are so common in PTSD that a new symptom (DSM-5 D3) has been proposed for DSM-5.
Another maladaptive appraisal is DSM-IV symptom C7, a sense of foreshortened future, which we believe has been interpreted too narrowly in DSM-IV as the ''belief that one's life will be shorter or changed.''
Depression and Anxiety
As shown repeatedly in the empirical literature and consistently observed among people receiving CBT, patients with PTSD have persistent negative expectations about themselves, others, or their future (e.g. ''I am a bad person''; ''nothing good can happen to me''; ''I can never trust again''). They do not expect to have a career, marriage, children, or a normal life span. [90, [92] [93] [94] [95] [96] In our opinion, this symptom should be retained (as DSM-5 D2) but understood to address persistent negative expectations regarding many important aspects of life rather than its current narrow restriction to negative expectations about one's life span.
In addition to negative appraisals about past, present, and future, people with PTSD have a wide variety of negative emotional states besides fear, helplessness, and horror. As reviewed previously, one of the arguments for moving PTSD out of the Anxiety Disorders category is the presence of many other negative mood states. These include anger, [92, [97] [98] [99] [100] guilt, [101] [102] [103] and shame. [97, 104, 105] An extensive review of this issue can be found in Miller and Resick. [106] The strength of this evidence has convinced the DSM-5 Anxiety Work Group to propose that having a pervasive negative emotional state should be added as a new PTSD symptom (DSM-5 D4).
There is abundant evidence that other symptoms, currently included in the DSM-IV Numbing (C3-C7) cluster, should be retained in the proposed diagnostic criteria for PTSD. These include (DSM-IV C3, now DSM-5 D1) inability to remember at least one important aspect of the traumatic event. Such memory problems are often due to dissociative amnesia. [107] [108] Three other DSM-IV symptoms that should be retained are: diminished interest in significant activities (DSM-IV C4, now DSM-5 D5), feeling detached or estranged from others (DSM-IV C5, now DSM-5 D6) and psychic numbing, persistent inability to experience (mainly positive) emotions (DSM-IV C6, now DSM-5 D7). It should be noted that the DSM-5 definition has refined the psychic numbing definition to reflect difficulty in experiencing positive emotions on the basis of evidence that PTSD patients can strongly experience negative emotional states but can be nonresponsive to stimuli that would normally elicit a positive response. [109] These are all consistently endorsed by individuals with PTSD as shown in the many confirmatory factor analyses reviewed previously.
To summarize, the weight of empirical evidence and confirmatory factor analyses suggest that the DSM-IV Avoidance/Numbing cluster be divided into two separate clusters: Persistent Avoidance of Stimuli associated with the trauma and Negative Alterations in Cognitions and Mood associated with the trauma. It appears that the dissociative aspects of amnesia should be emphasized for DSM-IV C3 and that the expectation of a reduced life span, foreshortened future (DSM-IV C7) be expanded to include negative expectations about one's self, others, or one's future. It has also been proposed that DSM-IV symptoms C4 (diminished interest in significant activities), C5 (feeling detached or estranged from others), and C6 (psychic numbing) should be retained unchanged, with the exception that C6 be more clearly focused on the inability to experience positive emotions. Finally, the empirical literature indicates that two new symptoms should be added: pervasive negative emotional state (e.g. fear, horror, anger, guilt, or shame) and persistent distorted blame of self or others about the cause or consequences of the traumatic event. ! It should be noted that the proposed diagnostic thresholds (e.g. three D symptoms for adults and two for children) will be tested and possibly revised after the DSM-5 field trials.
DSM-IV CRITERION D WILL BECOME DSM-5 CRITERION E
Four of the five Criterion D symptoms are endorsed frequently by individuals with PTSD and will be retained, unchanged, in DSM-5. They are insomnia, problems in concentration, hypervigilance, and startle reactions. Our review of the literature suggests that this symptom cluster encompasses more than hyperarousal and would be better characterized as alterations in arousal and reactivity that are associated with the traumatic event. Such a reframing of this symptom cluster enables us to include behavioral, as well as emotional indicators of such posttraumatic alterations. In addition, it appears that the modification of DSM-IV D 2 (e.g. ''irritability'') and addition of one new symptom (reckless behavior) belong in this cluster.
Depression and Anxiety
There is growing evidence, especially among military veterans, that PTSD is associated with more than an irritable mood state (DSM-IV C2). Indeed it appears that PTSD predicts aggressive behavior and violence among veteran cohorts following deployment to Vietnam, Iraq, and Afghanistan. [110] [111] [112] [113] Aggressive behavior has also been observed among female flood survivors with PTSD. [114] In some cases, it is the aggressive behavior, rather than other PTSD symptoms that become the major clinical focus. Based on such findings, DSM-IV ''irritability'' has been replaced by new onset posttraumatic aggressive behavior in DSM-5. Finally, there is growing evidence that PTSD is associated with reckless and self-destructive behavior. Israeli adolescents, especially boys, exposed to recurrent terrorism exhibited marked increases in risk-taking behavior. [115] Reckless driving has been observed among individuals with PTSD. [116] [117] [118] Risky sexual behavior, sometimes associated with HIV risk has been reported among college women, female prisoners, and adult male survivors of childhood sexual abuse. [119] [120] Reckless behavior appears to be associated with PTSD to such an extent that it has been added to the diagnostic cluster assessing alterations in arousal and reactivity. It is of interest that such risky behaviors had previously been reported to have been associated with (predominantly female) traumatized individuals who met criteria for DESNOS/Complex PTSD (see below). Here are the proposed criteria for Criterion E in DSM-5:
(E) Alterations in arousal and reactivity that are associated with the traumatic event(s) (that began or worsened after the traumatic event(s)), as evidenced by three or more of the following: (Note: In children, as ! It should be noted that the proposed diagnostic thresholds (e.g. three for adults and two for children will be tested and possibly revised after the DSM-5 field trials.
THE DURATION (E) CRITERION
In DSM-IV, PTSD may be diagnosed at any time after a traumatic event, except during the first month. The DSM-IV rationale is that a 1-month window must be allowed before diagnosing PTSD in order to permit normal recovery to occur and to avoid pathologizing normal acute posttraumatic distress. Although the 1-month window has been useful in practice, and there is some supporting evidence in its favor, [121] it has not yet been put on a firm empirical footing.
At present, the demarcation point between acute and chronic PTSD is 3 months. Longitudinal studies of non-sexual assault victims [122] and motor vehicle accident survivors [123] indicate that initially high PTSD rates tend to decline greatly and approach an asymptote at 3 months. Again, since there is little research on this question, the utility of such a distinction has not been established. In the absence of such evidence, we recommend that the distinction between acute and chronic PTSD be eliminated in DSM-5.
Delayed onset has been a unique aspect of PTSD, which has had a significant impact on compensation claims where the claimant may not have exhibited full PTSD symptoms for many years. A recent systematic review of 19 group studies indicated that delayed accounted for 38.2 and 15.3%, respectively of military and civilian cases of PTSD. [124] PTSD in the absence of any prior symptoms was extremely rare; this analysis found that delayed usually involved subsyndromal PTSD symptoms that later escalated to the full syndrome (possibly because of breakdown of very effective avoidance that previously worked to suppress reexperiencing symptoms and emotions for some period of time). [124] Whatever the trajectory, it is clear that delayed PTSD does occur. [52, 125, 126] It is unclear whether it is more likely to occur following military than civilian trauma, [124] but it appears to be very uncommon after natural disasters. [127] There are two issues that emerge from the current literature on delayed-onset PTSD. First, the cases may be better described as delayed expression of PTSD rather than delayed ''onset,'' which suggests that the disorder did not exist prior to meeting full PTSD criteria: this pattern is not supported by the data. Second, there is a question concerning the utility of having such a diagnosis. From a clinical perspective, one treats the condition according to the symptoms that a patient presents with at any particular time and the label of delayed onset does not alter treatment. Few other conditions specify whether there is a delayed onset, and establishing the exact time course may be affected by the unreliability of retrospective reports of one's trajectory of symptoms over time. Recent research, however, supports the distinction between immediate and delayed ''onset'' PTSD because of evidence that they are the result of different etiological mechanisms. [128] Because of these considerations, the wording for ''With Delayed Onset'' (Criterion E in Table 1 ) will be modified as follows: ''With Delayed Expression: if (the PTSD) diagnostic threshold is not exceeded at least 6 months after the event (although it is understood that onset and expression of some symptoms may be immediate).''
FUNCTIONAL IMPAIRMENT-THE F CRITERION
The DSM-IV added a ''significant distress or functional impairment'' (F) Criterion for PTSD and a number of other disorders. This means that a person who meets the requisite A-E criteria would not receive Depression and Anxiety a PTSD diagnosis unless he or she also exhibited clinically significant distress or functional impairment. But distress is already an integral part of several PTSD symptoms. Because the F Criterion is not unique to PTSD, DSM-5 is considering this in a much wider context. There are two distinct issues that must be addressed. First, should ''significant distress'' be linked to ''functional impairment'' or should it be assessed independently, and if so, how? Second, should functional impairment remain a diagnostic criterion? If so, how should it be assessed? CONSIDERING THE PROPOSED PTSD DIAGNOSTIC CRITERIA FOR DSM-5
In DSM-IV, only B1-5 and C1-3 are specifically anchored to the traumatic event. In these proposed criteria, it is stipulated that all B-F symptoms ''began or worsened after the traumatic event.'' The proposed revision is really quite conservative. It now includes 20 rather than 17 symptoms. It has retained the basic PTSD template although the C Criterion (Avoidance/ Numbing) has been divided into two clusters: Avoidance Behavior and Negative Alterations in Cognitions and Mood, as suggested by most confirmatory factor analyses of the DSM-IV symptoms. Fourteen DSM-IV symptoms (B2-5, C1-2, D1, 5-7, and E3-6) have been retained unchanged (or only slightly modified for clarification). Three DSM-IV symptoms have been significantly revised (B1, D2, and E1). Three new symptoms have been added to address negative appraisals and mood (D3, 4) and reckless, selfdestructive behavior (E2). These new criteria address a number of issues that DSM-IV PTSD did not. By including aggressive behavior (E1) both ''fight'' and ''flight'' are now represented as stress symptoms. By including dissociative symptoms (B3 and D1) as well as reckless or self-destructive behavior (E2) along with the entire D cluster (negative alterations in cognitions and mood), a number of DESNOS symptoms are now included in the PTSD diagnostic criteria (see below). Symptoms specifying negative appraisals and cognitions (D2 and D3) address a major focus of CBT treatment that have research support as important components of PTSD.
Reckless, maladaptive behavior (E2) addresses an important posttraumatic symptom often seen in adolescents. The distinction between acute and chronic PTSD has been eliminated because there is little empirical support for such a distinction. Finally, it is clarified that ''delayed expression'' represents a greater than 6-month latency before the full PTSD diagnostic threshold is exceeded, although some symptoms may have been expressed immediately after traumatic exposure.
The proposed PTSD criteria for DSM-5 are, at this point, nothing more than a proposal. They will be tested in the DSM-5 field trials and other venues in order to determine: (1) whether some symptoms are superfluous and can be eliminated; (2) whether B-E symptoms will cluster together, as proposed; (3) what thresholds within each symptom cluster work best; and (4) how PTSD caseness compares utilizing DSM-IV versus the proposed DSM-5 criteria. The proposed modifications in diagnostic criteria are based on collective clinical experience as well as on the literature review presented in this article. Subsequent research will tell us whether this is an improvement over the DSM-IV and whether the results from forthcoming field trials will lead to further revisions and refinements before finalizing the DSM-5 diagnostic criteria for PTSD.
SHOULD DSM-5 INCLUDE PARTIAL/ SUBSYNDROMAL PTSD?
Although there are subsyndromal diagnoses (dysthymia and cyclothymia) for major depression and bipolar affective disorder, respectively, there has not been a partial/subsyndromal PTSD diagnosis in either DSM-III or IV. The argument for adding such a diagnosis is that it would characterize people with clinically significant posttraumatic reactions who fail to exceed the PTSD diagnostic threshold (often for lack of one or two symptoms) for whom a diagnosis of adjustment disorder would be too nonspecific. The argument against the addition of a new subsyndromal category is (a) that adjustment disorder is the appropriate diagnosis for such individuals and (b) that it overpathologizes normative reactions. Approximately 60 publications have reported on the prevalence and morbidity of ''partial'' (or ''subsyndromal'') PTSD among a wide assortment of traumatized individuals. A problem with all of this research is that partial PTSD has been defined differently by different investigators. For example, partial PTSD has variously been determined by an adjudication procedure [129] or by hard and fast criteria that have differed from one investigator to the next. [48, 130, 131] If a partial PTSD diagnosis were added to DSM-5, it should have a similar relationship to full PTSD as dysthymia has to major depressive disorder or cyclothymia has to bipolar disorder. A number of reports do indicate that people with partial PTSD exhibit significantly less symptom severity and functional impairment that those with the full syndrome, but significantly more than no-PTSD cohorts. [48, [129] [130] [131] [132] [133] [134] [135] [136] [137] It is noteworthy that there have also been negative findings in which few differences were detected between partial and no-PTSD cohorts, whereas both differed significantly from full PTSD. [131, 138] As stated previously, interpretation of those findings is complicated because partial PTSD was defined differently in many of these studies. Therefore, a standard set of diagnostic criteria must be developed so that research on this question can proceed and be analyzed properly. Despite suggestive results, it does not appear at this time that the evidence is strong Depression and Anxiety enough to warrant inclusion of partial PTSD as a distinct diagnosis in DSM-5.
Whatever clinical utility might have been provided by a subsyndromal PTSD diagnosis may be achieved with the newly proposed ASD/PTSD subtype of adjustment disorder. Adjustment disorder has been re-conceptualized as a stress-response syndrome and will be classified with PTSD in DSM-5. [139] The ASD/PTSD subtype diagnosis will apply to either (a) individuals exposed to a Criterion A event who do not meet full PTSD diagnostic criteria (e.g. DSM-5 Criteria B-G) or (b) people who were not exposed to a Criterion A event but do fulfill some or all B-G PTSD criteria. Technically, this is not a change in diagnostic rules because adjustment disorder has always been the appropriate diagnosis for individuals in either category. The ASD/ PTSD subtype, however, may provide a much more useful diagnostic niche for clinicians because it is much more specific than other adjustment disorder subtypes. It may also foster useful research, especially clinical trials, regarding effective treatments for people with the PTSD symptoms who do not exhibit the full disorder.
DISORDERS OF EXTREME STRESS NOT OTHERWISE SPECIFIED (DESNOS)/ COMPLEX PTSD
A number of investigators and clinicians have expressed dissatisfaction because, in their opinion, the PTSD symptom clusters fail to characterize clinically significant problems often exhibited by individuals exposed to severe and protracted traumatic exposure (most notably childhood sexual abuse victims, adult refugees, and adult torture survivors). They assert that although such individuals usually meet PTSD diagnostic criteria, their most significant clinical sequelae are not included within the PTSD construct. According to this argument, the most debilitating symptoms following protracted traumatic exposure include: behavioral difficulties (such as impulsivity, aggression, sexual acting out, alcohol/drug misuse, and selfdestructive actions), emotional difficulties (such as affective lability, rage, depression, and panic), cognitive difficulties (such as dissociation and pathological changes in personal identity), interpersonal difficulties and somatization. [140] [141] [142] The concept of ''Complex PTSD'' was originally proposed by Judith Herman [140] to encompass three non-PTSD posttraumatic disorders: Dissociative Identity Disorder, Borderline Personality Disorder, and Somatization Disorder. The DSM-IV Work Group suggested that this proposed syndrome be called DESNOS, rather than Complex PTSD. In addition to characterizing the psychiatric sequelae of protracted child abuse, DESNOS has been considered a very useful construct by mental health professionals who have worked with adult (often) non-Western patients exposed to forced migration or torture [143, 144] although there has been little research in this area.
During the DSM-IV process, a field trial was designed to determine whether there was empirical support for including DESNOS as a unique diagnosis in DSM-IV. Because only 8% of individuals with DESNOS did not also meet PTSD diagnostic criteria, it was considered too rare an occurrence to be classified as a separate diagnostic entity. During recent years, there has been some research, of uneven quality, designed to clarify the prevalence and construct validity of DESNOS.
The DESNOS construct raises a number of important questions about posttraumatic syndromes. Do we need another posttraumatic diagnosis to address clinically significant trauma-related symptoms not included in PTSD? Does protracted exposure to trauma, especially during developmentally sensitive periods, lead to a different pattern of symptoms than those included in PTSD? Is the DESNOS model useful in a crosscultural context because it emphasizes both dissociation and somatization, two symptoms not included in the DSM-IV PTSD diagnostic criteria that are frequently observed in traumatized non-Western cohorts? [145] Is it useful in clarifying the relationship between traumatic exposure and borderline personality disorder and dissociative disorders? [140, 146, 147] A recent conceptualization recognizes that more complex cases of PTSD involve deficits in regulating emotional distress. [148] This perspective recognizes that in addition to the core PTSD symptoms, complex presentations are more difficult to treat because they involve acting out, selfharm, and self-destructive relationships and behaviors.
This suggests that complex trauma presentations may not involve a distinct disorder, but rather a subtype of PTSD (possibly termed ''complex PTSD''). It is noteworthy that patients with such self-destructive/ emotional regulation problems benefit from traditional trauma-focused CBT if such treatment is preceded by emotion regulation training sessions [149] or is perhaps a bit longer than the usual short CBT protocol. [150] Another way to contextualize DESNOS, extrapolating from the growing body of factor analytic research on subtypes of PTSD might be to consider PTSD with or without internalizing or externalizing symptoms. Given that some people appear to have simple PTSD, some people have additional internalizing behaviors and symptoms, while other people exhibit externalizing behaviors along with their PTSD, [106, [151] [152] [153] [154] these dimensions might provide a more parsimonious theoretical context for complex PTSD as well as the discussion below on subtypes. Somatization symptoms fall on the internalizing dimension along with depression and anxiety while anger/aggression, substance abuse and behaviors indicative of cluster B Axis II disorders fall on the externalizing dimension.
CROSS-CULTURAL FACTORS
The relevance of the PTSD diagnosis has been criticized from a cross-cultural perspective as a Euro-American Depression and Anxiety construct that has little relevance to posttraumatic syndromes encountered in traditional societies. [155] Somatization and dissociation, two cardinal symptoms of posttraumatic reactions in traditional societies, according to Kirmayer, [145] are missing from DSM-IV diagnostic criteria for PTSD (but not DESNOS). Although there may be culture-specific idioms of distress that provide a better characterization of posttraumatic distress syndromes found in one ethnocultural context or another, [156] PTSD has been documented throughout the world. [157] [158] [159] High prevalence rates have been reported in non-Western nations such as Algeria, Cambodia, Lebanon, Palestine, Nepal, and the former Yugoslavia. [160] [161] [162] In addition, comparable PTSD prevalence has been found among Russian and American adolescents. [163] What is generally missing are studies in which similar traumatic events have affected people from widely different cultures. A notable exception is a study by North et al. [164] who compared psychiatric morbidity among Kenyan survivors of the bombing of the American embassy in Nairobi with American survivors of the bombing of the Federal Building in Oklahoma City. Both events were remarkably similar with respect to death, injury, destruction, and other consequences. Similar too was PTSD prevalence among Africans and Americans exposed to each traumatic event, respectively. Another exception is a study by McCall and Resick, [165] in which assault-related PTSD symptoms were assessed among Kalahari Bushmen of Africa, one of the few remaining primitive cultures. It was found that the concept of emotional numbing could not be translated, but reexperiencing, effortful avoidance, and arousal symptoms were very common.
In order to conduct such research, we must modify current instruments, develop and standardize in a Euro-American context, to ensure cultural equivalence and cultural sensitivity. Methodological approaches, such as back-translation, committee consensus and decentering, are needed if we are to make progress in this important area. Otherwise we risk under-diagnosis, over-diagnosis, or misdiagnosis. [159, 166, 167] As stated by Osterman and de Jong, [159] we need a ''culturally competent model of traumatic stress'' that addresses how culture may differentially influence explanatory models of traumatic stress, how it is implicated in the appraisal of risk/protective factors, and how such understanding might contribute to diagnosis and treatment. A start has been made by Jobson, [168] whose model proposes how differing cultural conceptualizations of the self affect vulner-ability to PTSD. There is also a need to recognize that most traumatized populations across the world 0(i.e. outside traditional western setting settings) are subjected to ongoing threat, resettlement, and conflict. This scenario highlights a challenge in the PTSD assessment in which the trauma is ''past'' and assessment is occurring in a context of relative safety.
DEVELOPMENTAL ISSUES
Maturational, biological, and psychological changes affect the appraisal of and reaction to traumatic events as well as differences in expression of posttraumatic distress at either end of the life span. [169, 170] For children and adolescents who have experienced traumatic events, the developmental context must incorporate the dynamic and evolving relationship between experience, neurological processing, brain development, and affect regulation. [171] Scheeringa et al. [172] reported on the inadequacy of DSM-IV PTSD criteria to adequately characterize posttraumatic symptoms in infants and children less than 4 years old. They suggest that criteria anchored in observable behaviors should replace reports of subjective experiences or behaviors. A review of this crucial area is beyond the scope of this article but it has been an important focus of the DSM-5 process. Readers are referred to Scheeringa, Zeanah, and Cohen. [173] With few exceptions, [174] the expression of posttraumatic distress has received very little attention at the other end of the life cycle. For elderly individuals, a developmental approach must address age-specific psychosocial, behavioral, and neurobiological factors that mediate and moderate trauma-related symptom expression and clinical course. [170] PTSD among the elderly is often expressed within a context of negative health perceptions, primary care utilization, and suicidal ideation. [175] Traumatic events may have occurred either many decades earlier or recently and may result in different responses because of develop-mental and physiological factors at the time of the trauma or at the present time. Potential differences based on remote or recent traumatic events have not been examined at this point in research.
To summarize, a comprehensive, longitudinal developmental approach is needed to explicate how posttraumatic memories are differentially encoded, stored, and retrieved by the immature and developing brain, on the one hand, and by the aging brain, on the other. Such an approach should help us to understand agerelated differences in the clinical expression of PTSD and thereby suggest developmentally sensitive interventions for people needing treatment.
SUBTYPES OF PTSD
One potential limitation of the current PTSD definition is that it regards PTSD as a homogeneous condition insofar as there are no recognized subtypes of PTSD. It has been proposed that there may be two subtypes of PTSD that involve (a) ongoing ''dissociative'' rather than (b) ''hyperarousal'' reactions. [176] In this context, dissociation has been conceptualized as an avoidance strategy to reduce the awareness of aversive emotions such as extreme anxiety. [177] Griffin et al. [177] found that recent rape victims reporting high peritraumatic dissociation showed a decrease in heart rate and skin conductance while talking about the trauma Depression and Anxiety compared to an increase in physiological responding among those with low peri-traumatic dissociation.
Neuroimaging studies suggest there may be distinctive prefrontal responses to trauma memories that distinguish individuals with dissociative from those with non-dissociative PTSD responses. [178, 179] For example, individuals displaying a ''hyperarousal'' PTSD response to traumatic narratives, with heightened autonomic and emotional reactivity to trauma scripts, have reduced bilateral medial frontal activity and left anterior cingulate activity relative to controls. [180] In contrast, individuals displaying a ''dissociative'' PTSD response had significantly increased the right medial frontal, the right medial prefrontal, and the right anterior cingulate activity relative to controls. [181] There was also a lack of amygdala response to trauma narratives in the dissociative group in contrast to excessive amygdala activity in the hyperarousal. It was hypothesized that the heightened prefrontal activity in dissociative PTSD may reflect greater emotional regulation and inhibition of limbic emotional networks, including amygdala. [181] Subsequent studies have also shown that dissociative PTSD was associated with enhanced ventral prefrontal activity to conscious fear faces, and with increased activity in bilateral amygdala, insula, and left thalamus to nonconscious fear compared to non-dissociative PTSD. The dissociative group relative to non-dissociative PTSD also had reduced dorsomedial prefrontal activity to conscious fear faces. [182] These initial findings suggest that further study is required to map the neural, symptom, and behavioral characteristics of potential dissociative and hyerarousal subtypes of PTSD.
In contrast to these findings, other studies have challenged the proposal that dissociation is associated with suppressed physiological responding. Several studies have found that dissociative patients do not display decreased autonomic responding in response to trauma cues. [183] [184] Another study assessed psychophysiological responses during the recounting of the trauma narrative, and found no difference in autonomic reactivity between high and low dissociators. [185] These findings suggest that our current understanding of the role of dissociation in relation to arousal is very limited, and there is insufficient evidence at this point in time to confidently conclude that a dissociative subtype of PTSD is characterized by any particular form of emotional responding.
SUMMARY
Exposure to a traumatic event is a necessary condition that precedes the later development of PTSD. Such exposure is moderated on one hand by differences in individual vulnerability and on the other, by relative differences in the toxicity of stressful events. Onset of PTSD represents a clear discontinuity between pretraumatic and posttraumatic status because dramatic trauma-related alterations in cognitions, emotions, and behavior are a hallmark of the disorder.
Based on current evidence, the proposed PTSD diagnostic criteria for DSM-5 have the following changes from DSM-IV:
The A1 Criterion has been retained and explicated with greater clarity. People who have been directly exposed or who witnessed a traumatic event will continue to meet the criterion. In addition, people who have learned that a close relative or friend was exposed to such events will qualify. Finally, professionals repeatedly exposed to the aversive details of traumatic events (such as military mortuary personnel, disaster workers, etc) will meet the criterion. The A2 Criterion has been eliminated.
The current three-factor model of PTSD will be replaced by a four-factor model consisting of the following Criteria: (B) Intrusion Symptoms, (C) Persistent Avoidance, (D) Alterations in Cognitions and Mood, and (E) Hyperarousal and Reactivity Symptoms All 17 DSM-IV PTSD symptoms have been retained in DSM-5 although, in some cases, they have been clarified or revised. In addition, three new symptoms have been added: erroneous self-or other-blame regarding the trauma; negative mood states; and reckless and maladaptive behavior. DSM-IV irritability has become DSM-5 aggressive behavior.
The distinction between acute and chronic PTSD has been eliminated. Proposed diagnostic thresholds for both adults and children may be revised after field trials. A partial/subsyndromal PTSD diagnosis has not been proposed for DSM-5 due to insufficient evidence. It is likely that whatever clinical utility might have been achieved by such a diagnosis will be provided by the newly proposed ASD/PTSD subtype of adjustment disorder. There has been insufficient research on DESNOS since DSM-IV to support the inclusion of this separate diagnosis in DSM-5. It is also unlikely that a dissociative subtype of PTSD will be proposed for DSM-5 due to insufficient evidence.
